We describe the case of a 34-year-old man who presented intermittent faecal incontinence as a manifestation of cataplexy. The patient's sleep history was positive for the full narcoleptic tetrad (sleep attacks, cataplexy, sleep paralysis and hypnagogic hallucinations) while extensive neuropsychiatric work up was negative for any neurologic or psychiatric illness. Repeat polysomnograms (including a polysomnogram with a full seizure montage) were positive for pathologic sleepiness, but there was no evidence of a seizure disorder. The course of the patient's symptomatology and the favourable response of his symptoms to stimulants and imipramine support the theory that his intermittent loss of sphincter control is part of his narcolepsy-cataplexy.
His initial neuroexamination was positive for right-beating nystagmus in right gaze and a slight increase in deep tendon reflexes in the left upper extremity as compared to the right. There was no sensory level in the trunk, and no 'saddle' anesthesia was demonstrated. The remainder of the neuroexamination was normal. A cerebrospinal fluid examination including cultures for acid-fast bacilli and cryptococcus and serologic tests for Lyme disease and syphilis, magnetic resonance imaging of the brain, brainstem, and cervical spine, and nerve conduction studies (both motor and sensory) in the lower extremities and left upper extremity were normal. Because of an additional history of excessive daytime sleepiness, the patient was referred to our sleep disorders clinic for further evaluation.
A thorough sleep history revealed a 10-to 15-year history of excessive sleepiness and sleep attacks which occurred in the classroom, at work and while driving (four years ago he had wrecked his car). During the last four years, the patient's sleepiness had become worse; he complained of brief periods of behavioural automatism ('memory lapses') and presented brief episodes of loss of muscle control such as buckling of his knees, dropping of tools from his hands and head drops to the front which sometimes were associated with laughter. Also, more recently, he began experiencing vivid hypnagogic auditory hallucinations and episodes of sleep paralysis. His family history was significant for his mother and a maternal aunt and uncle with histories of excessive daytime sleepiness. A comprehensive psychiatric evaluation including a thorough psychiatric history, mental status examination and psychological testing (Minnesota Multiphasic Personality Inventory) was negative for a psychiatric disorder.
The patient was evaluated in the Sleep Laboratory for one eight-hour night recording and two one-hour daytime naps according to techniques previously described.46 All records were scored for sleep according to standard .4 criteria. His sleep laboratory testing was negative for obstructive or central sleep apnea and nocturnal myoclonus. No sleep-onset rapid-eye movement (REM) periods were noted. However, he demonstrated shortened sleep latencies during the two naps (6 and 10 Vgontzas, SoUenberger, Kales, Because of the occasional occurrence of these episodes of faecal incontinence, the patient was re-evaluated clinically by his neurologist, who reported a normal neurological examination with the exception of slightly increased deep tendon reflexes on the left. The patient was then re-evaluated in our Sleep Laboratory, almost a year following his initial evaluation, for one night and one morning after he was free of stimulants for about one week. This time, in addition to the standard polysomnographic recordings, he was monitored with 12 additional EEG channels following the international 10/20 system to assess for possible paroxysmal EEG activity during sleep. During the nocturnal recording, the patient demonstrated a sleep latency of 11 minutes and a REM latency of 2 hours and 31 minutes. During the first nap, his sleep latency was three minutes and his REM latency 52 minutes. During the second nap, his sleep and REM latencies were six minutes and 37 minutes, Learningisummary points Thiele and Bernhardt in 1933 described a patient with narcolepsy-cataplexy and episodes of enuresis.7 However, they attributed the enuretic episodes to seizure activity rather than to cataplexy. In our case, sleep studies, a fully preserved consciousness during the episodes, and a positive response to methylphenidate and imipramine, do not support such a possibility. A cataplectic attack can affect any voluntary muscle including ocular muscles and diaphragm, and there is no theoretical reason that sphincter muscles should be spared.
In summary, loss of sphincter control may occur as a feature, though very rarely, of cataplexy. Also, cataplexy should be included in the differential list of neurologic disorders which may result in loss of sphincter control, and an assessment for the presence of narcolepsy-cataplexy in atypical cases may provide useful diagnostic clues.
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